Case reports tor delay, frontal bossing and temporal 'retraction', microcephaly, a large mouth with thin lips and downturned corners, a cleft or high arched palate, micrognathia, low set malformed ears, a short and/or webbed neck, a widow's peak, a low posterior hairline, widely spaced nipples, congenital heart defects, renal anomalies, rhizomelia, polydactyly, and hyperlaxity of limb joints. Several of these features were present in our case although her early death and lack of necropsy prevented further, more detailed examination being carried out. Interesting clinical findings in our case were the massive oedema, anaemia, and calcified gallstones. These features have not been described in any of the previous reports. It is possible that they may be the result of the deletion of the terminal region of 12p. 
SUMMARY A case is reported of a child with Moebius' syndrome who also has unilateral cerebellar hypoplasia. We suggest that this combination of abnormalities could result from a vascular disruption occurring in the basilar artery early in its development.
Moebius' syndrome consists of congenital unilateral or bilateral facial weakness and loss of abduction of the eye, which are interpreted clinically as defects of the seventh and sixth cranial nerves.' The involvement of other cranial nerves or abnormalities of the extremities, such as syndactyly, agenesis of digits, or defective branchial musculature, are common, but it is unusual to find gross structural brain abnormalities. 12 We report a patient with Moebius' syndrome who also has unilateral cerebellar hypoplasia.
Case report A male infant was born at term by a normal vaginal delivery and his birth weight was 3250 g. An amniocentesis had been performed during the pregnancy owing to advanced maternal age, but the pregnancy was otherwise uneventful. In the neonatal period he was noticed to have a right convergent squint and right sided facial weakness, although he breast fed without difficulty.
He smiled at 10 weeks and from five months he was able to roll over from the prone to the supine position. He could pass objects from one hand to the other by six months, although his mother noticed that left hand preference had already become established and there were occasional jerky movements of his right arm.
When reviewed at seven months there had been no change in 
Discussion
We consider that the combination of unilateral cerebellar hypoplasia with Moebius' syndrome may be secondary to a vascular disruption involving the basilar artery, which occurred between 33 and 40 days of gestation. In the normal fetus the basilar artery begins forming between 29 and 33 days of gestation from fusion of the primitive longitudinal neural arteries, but the caudal portion of this fusion retains its plexiform character for some time.3 4 The longitudinal neural arteries are supplied mainly by the trigeminal arteries, which are branches of the internal carotid arteries.4 It is not until after about 54 days of gestation that the vertebral arteries become the major contributor of blood to the hindbrain,4 so it is possible that any impairment of flow in the basilar artery early in its formation may result in ischaemic disruption of the developing brainstem. Specifically, compromised vascular flow in the right longitudinal neural artery at the time of fusion with the left longitudinal neural artery could impair formation of the right cerebellar hemisphere. In addition, impaired circulation in the evolving right anterior inferior cerebellar artery and paramedian branches of the basilar artery could also affect the seventh and sixth cranial nerve nuclei respectively. Disruption of the posterior inferior cerebellar arteries has been associated with absence of the inferior vermis. Vascular disruption has also been implicated in abnormalities of cerebellar development. Pascual-Castroviejo et a15 reported bilateral absence of the posterior inferior cerebellar arteries, and persistence of a left sided hypoglossal artery (shown by angiography) in a five year old girl with absent cerebellar tonsils and hypoplasia of the inferior cerebe-llar vermis. Diebler and Dulac7 found porencephalic cysts in the parieto-occipital region in three patients with unilateral cerebellar hypoplasia and suggested that this was consistent with vascular obstruction in the territory of the basilar artery.
A patient with Moebius' syndrome and moderate unilateral cerebellar hypoplasia has been reported previously by Pitner et al.8 The child had facial diplegia, inability to abduct either eye, absent right corneal reflex, poor bulbar function, and atrophy of the right side of the tongue. At necropsy there was moderate hypoplasia of the right cerebellar hemisphere with an absent left inferior olivary nucleus. No atrophy of cranial nerve nuclei or nerves was found and the clinical condition was attributed to a primary muscle defect, as facial muscles showed moderate fibrosis with severe adipose replacement. The association of central nervous system pathology and a muscle defect was considered fortuitous. However, it is highly unlikely that hemiatrophy of the tongue could result from a primary myopathy. In addition the muscle pathology as described was also consistent with a neurogenic lesion, so that it is more likely that there was a neurogenic aetiology in this case. No abnormality was found in the vessels of the circle of Willis but there was no description of the smaller branches of the basilar artery.
Not all cases of Moebius' syndrome are considered to be the result of abnormalities of embryonal development and Towfighi,9 after reviewing 15 published necropsied cases, suggested some other contributing aetiologies: necrosis of previously normal cranial nerve nuclei owing to trauma at delivery, intrauterine viral infections, perinatal hypoxia, and primary muscle disease. 
